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This table shows no statistically significant difference between study groups as regard age, sex, positive family history and consanguinity (P > 0.05). This table shows no statistically significant difference between study groups as regard medical history except for history of epilepsy which is higher among sever autism than both mild and healthy one This table revealed highly statistically significant difference between study groups as regard EEG abnormality which higher in patients than control group P < 0.01 
III. Discussion
In the present study, the autistic children's mean age at recognition of first symptom was 24 months. Two studies found the average age of recognition to be 14.9 months and 18.3 months (Volkmar F. et al., 1985; Siegel B. et al., 1998) . Other studies, found the average age of symptoms arousing concern was 19.1 months using the Autism Diagnostic Interview (Lord C. et al., 1994 ; DeGiacoma A. and Fombonne E., 1998).
These studies suggest that parents first notice differences in their children fairly early, given the complexities of actual diagnosis (Daley T., 2004) .
Age of first manifestation of autism is a matter of some dispute . Probably the model age where parents become seriously concerned about autism is at two years of age when language delay becomes a concern (Adrien J. et al., 1992). However, several retrospective studies show that parents noticed abnormalities by 12 months of age or earlier. Examples are: Lack of anticipation for being picked up, eye to eye gaze for social signaling, joint attention, reaching for a familiar person and imitating other people's actions, e.g., waving good bye or clapping hands. Retrospective studies of home movies at 9-12 months and at first birthday by Osterling J. and Dawson G., (1994) document these findings.
In the present study, the male to female ratio was 3.4:1. In the present study, the rate of autistic children with history of autism in the family was 9%. In the study of Hanan H. (2006) , the positive family history was 17.5% for families that have one child with autism; there is an increased risk of having another child with autism. This recurrence risk is estimated to be about 4% which is greater than that found in families that do not have a child with autism (Gillberg C., 1998) .
In our study we found a considerable consanguinity rate of 22.27% and this is in agreement with the result of Hanan H., (2006) , where the consanguinity was estimated as 20%.
Consanguinity is not often reported as a risk factor in western countries, since consanguineous marriages are banned (Filipek P. et al., 1999) .
Twin studies reported 60% concordance for classic autism in monozygotic (MZ) twins versus none in Dizygotic twins. The higher MZ concordance supporting genetic inheritance as the predominant causative agent (Muhle R. et al., 2004) . In the present study, three of the autistic group children were identical twins, 2 (25%) from group 1 (high functioning autism) and 1 (7.2%) from group 2 (low functioning autism).
In our study, maternal health problems during pregnancy were found in 4 cases (18.18%) (2 from group 1 and 2 from group 2); included one mother had oligohydraminos, two anaemia and one pyelonephritis.
In the study of Hanan H., (2006), 25% of mothers of the autistic children developed health problems during pregnancy including toxaemia of pregnancy, gestational diabetes, hypertention, medical conditions and obstetrical conditions. .
In this study, 14 (63.6%) of the autistic children were delivered normally, while 6(27.3%) by caesarean section and 2 (9.1%) by ventouse "instrumental delivery". In the study of HananH., (2006), 47.5% of the autistic children were delivered normally while 52.5% were delivered by cesarean section.
In the present study, 3 (13.64%) of the autistic children were low birth weight. In the study of Hanan H., (2006), (12.5%) needed incubator care and (10 %) were either premature or developed neonatal convulsions.
A reduced fetal nutrient supply might be a consequence of poor placental function, and an outcome of a sub-optimal placental nutrient supply is exposure of the fetus to excess glucocorticoids, which act to restrict fetal growth and to programme permanent changes in the neural, cardiovascular, endocrine and metabolic systems. The role of poor placental function and sub-optimal placental nutrient supply in the pathogenesis of autism should be further investigated (Bertram C. and Hanson M., 2002).
In the present study, 19 (86.36%) of the autistic children were breast fed and 3 (13.64%) formula fed, and this is in agreement with the result of the study of Hanan H., (2006) .
Social level was found to have no effect on the incidence of autism (Fombonne E., 1999; Larsson H. et al., 2005) . In the present study, (13.64%) of the mothers were illiterate and only (4.56%) of fathers also illiterate, (63.63%) of the mothers were a level less than university and about the same percentage for fathers, (22.73%) of mothers were a level of university or higher and (31.81%) of fathers were the same level.
In the present study, the size of family of autistic children ranged from 3 to 7, and as regard birth order (50%) of autistic children were born further on. The result was statistically insignificant and this is in agreement of the result of the study of Hanan H., (2006) .
In the present study, 12 (54.54%) of the autistic children were epileptic, 4 out of 8 (50%) from group 1 (High Functioning Autism), 8 out of 14 (57.1%) from group 2 (Low Functioning Autism). So, in our study, epilepsy was found higher among low functioning group than high functioning group.
Epilepsy occurs in 10-30% of individuals with autism. This association was mentioned in the first description of autism by Kanner. Therefore epilepsy should be suspected in children with autism who have paroxysmal events (Gabis L. et al., 2005) .
The prevalence of epilepsy in autistic children has been estimated at 7 to 14%, whereas the cumulative prevalence by adulthood is estimated at 20% to 35%, seizures onset peaks in early childhood and again in adolescence. Mental retardation, with or without motor abnormalities and family history of epilepsy, was a significant risk factor for the development of seizures in autistic individuals (Gillberg C In our study, there is higher prevalence of epilepsy than previous studies, and low functioning autistic cases were higher than high functioning cases as regard prevalence of epilepsy, and thus there is a correlation between autism and epilepsy and therefore the prognosis may be bad with presence of epilepsy, and this is in agreement with the result of the study of Rapin I., 1996.
In our study, epilepsy was higher than other previous studies because of parents in our country give more attention and sought medical advice urgently when there is epileptic seizures rather than the autistic features. The first group of symptoms noticed by the parents of the autistic children in the present study was the language defect in (68.2%) of the cases. Language defects remain the focus of the parents even after diagnosis. Parents also tend to measure progress of treatment by the development of language. Language defects can be verbal or non verbal. In verbal defects, the child may have no spoken language or a few words that do not suit his/her chronological age or the child may have echolalia and other speech disorders. Non verbal language defects includes facial expressions and indicating wants using body parts, for example by pointing at a desired object, which is missing in most autistic children (Green V. et al., 2006) .
Social reactivity defects were the first group of symptoms noticed by (22.7%) of the parents of the autistic children in the current study. Social defects make the family of the autistic child suffer, because the child appears unable to recognize the caregivers, refuses to play or interact with people especially children prefers inanimate objects.In the present study, (9.1%) of the autistic children showed behavioral defects (body rocking, television [T.V] watching and playing with objects for hours) as the first group of symptoms noticed by the parents who either consider them normal behaviors and over look them, or these behaviors irritate the parents so much that they train the children to stop them or to reduce their frequency.
Stereotyped movements are a particularly interesting set of motor behaviors prevalent in about one third of people with autism. A significant proportion of stereotyped movements in autism are also self-injurious behaviors (SIB), such as head banging. SIB is a devastating disorder, the prevalence of which in autism is estimated from 10-40 percent. Both SIB and stereotyped behavior are manifested at very early age, in normal infants, however, they rapidly decrease by one year and are rarely seen beyond five years of age (Schroeder S. et al., 2002) .
In the present study, there is no statistically significant difference between the two groups of the autistic children as regard first observed symptom. According to the previous result, any child with language defect or delay in development of speech, autism should be considered. In the current study (8 cases out of 22) 36.4% of the autistic children were mild to moderate autism, (high functioning group) and (14 out of 22) 63.6% were severe autism, or (low functioning group), the evaluation was by using Childhood Autism Rating Scale (CARS). CARS scores can be used for detection of severity of autism and follow up of the cases for evaluation of effect of treatment. Children with autism have a larger head circumference, only a small proportion have frank macrocephaly (Bolton P., et al., 1994; Bailey A. et al., 1995; Woodhouse W. et al., 1996) . But in our study, number of cases below 5 years age was 5 only, and the number is so small to be compared with control group.
In the present study, there is no statistically significant difference between autistic and control groups as regard weight and height and this is in agreement with the result of the study of Hanan H., 2006. In the present study, the highly significant finding during the examination of autistic children was the presence of hyperactivity, (95.45%) the autistic children were hyperactive (P<0.01). Problems of inattention and hyperactivity affect one half of individuals with autistic disorder. Care must be taken to ensure that inattention and hyperactivity are not manifestation of other behavioral pathology seen in association with autistic disorders, as this will affect treatment decisions (Hazell P., 2007) .
The high incidence of hyperactivity in the autistic children of our study can be explained by, parents sought medical advice because of hyperactivity was a distressing problem in their families and causing scholastic inachievement.In the present study, the blood serotonin level was higher in autistic than control group, the plasma serotonin level was elevated in (31.8%) of autistic children, and this is in agreement of the previous studies of (Anderson G. et In the present study, the blood serotonin level was higher in the low functioning group (2.6±0.531) than high functioning group (2.5±0.8), and there might be a relation between high plasma serotonin levels and lower verbal ability scores (Chugani D., 2004) . Form the previous result, there is a possibility of correlation between high plasma serotonin level and severity of the disorder. Many studies have consistently reported that about onethird of autistic individuals have hyperserotonemia (Anderson G. et al., 1990) . Persons with autism have high levels of serotonin-ranging between 25 % and 50 %, higher than persons without autism, this higher serotonin level may result from problems with the serotonin transporter that arise from errors in the gene, high serotonin levels may explain why persons with autism have problems showing emotion and handling sensory information, such as sounds, touch and smells ( Serotonergic abnormalities have been reported in autism, specifically hyperserotonemia, as well as elevated blood serotonin in the first-degree relatives of children with autism (Leboyer M. et al., 1999) . Serotonergic abnormalities during prenatal and early postnatal development might lead to reciprocal changes in thalamocortical connectivity, which results in a certain predisposition for autism, hyperserotonemia in autism may also involve a typical metabolism of the metabolic serotonin precursor tryptophan as a potential mechanism for alterations in serotonin availability (Chugani D., 2004) .
In the study of Cuccaro M. et al., (1993), they conducted a study that looked at the level of blood serotonin and the verbal ability of individuals with autism and their immediate relatives. Using a well accepted IQ test (Wechsler Scales), these researchers found that individuals with high serotonin platelet or blood levels, had lower verbal ability scores. However, other measurements of intellectual abilities were not changed, including visual-spatial ability or memory. In the study of (Hranilovic D. et al., 2006) , hyperserotonemia is the most consistent serotonin-related finding in autism. The basis of this phenomenon, and its relationship to the central serotonergic dysfunction remains unclear.
Platelet serotonin level (PSL) in 53 autistic adults and 54 healthy controls was measured. Mean PSL in autistic group (75.7± 37.4 ng/mul) was significantly higher than the control sample (59.2±16.2 ng/mul) due to apresence of hyperserotonemic subjects which comprised 32% of the patients. PSL of autistic subjects did not correlate with the severity of symptoms, as measured by total CARS score, or the degree of mental retardation. However, significant negative relationship was observed between PSL and speech development, indicating the relationship between the peripheral 5HT concentrations and verbal abilities in autistic subjects.
In the present study, fifteen cases out of 22 (68.2%) of the autistic children had abnormal EEG findings, 5 cases from group 1 (high functioning autism) and 10 cases from group 2, and EEG interpretation was as the following, in group 1, three cases had focal epileptogenic discharges and mainly temporal, two cases had focal epileptic discharges with secondary generalization; in group 2, five cases had focal discharges and mainly temporal, three cases had focal with secondary generalization and two cases had generalized epileptic discharges. The result was statistically highly significant (P<0.01), and this in agreement with the previous studies of Toshiaki H.
et al., (2001) and Chugani D. (2002).
Our study revealed 9 cases out of 15 (60%) who had abnormal EEG findings were epileptics, and this is in agreement with the study of Rossi P. et al., (1995) . EEG studies in autism, have revealed a high rate of epileptic EEG abnormalities, Small J., 1975 documented a relationship between EEG and IQ, in that the incidence of mental retardation was higher in the group with EEG abnormalities (Kawasaki Y. et al., 1997), reported that there was a significant relationship between the presence of epilepsy and the occurrence of spikes, although the focus of spike discharges has been reported to be the centro-temporal, temporal, or frontal region.
In an EEG study by Dawson G. et al., (1995) who compared the normally developing children with autistic children, they found EEG abnormalities in the frontal and temporal regions, but not in the parietal region, and that the differences were more prominent in the left than the Rt hemisphere, Harrison D. et al., 1998 presented an adult autistic patient with results suggestive of left anterior deactivation and right frontal activation.
From our mentioned results, this study pointed to a positive correlation between EEG with or without epilepsy and autism, as well as its severity.
In the present study, 3 cases (13.6%) had structural MRI brain abnormalities in the form of white matter affection "posterior dysmyelination", but the result was statistically insignificant. In general, both CT and MRI data indicated an absence of gross structural brain lesions in autism spectrum disorders (Bailey A. et al., 1998).
As regard caudate measurements in autistic children, our study revealed that there was increased area of the caudate nucleus, "Rt more than Lt", the result was statistically significant in Rt caudate area. On the other hand, caudate measurements were increased in autistic children than in control group, but the result was statistically insignificant. As regard, intercaudate distance there was decrement in the autistic group than in the control group, but also, the result was statistically insignificant.
In the present study, there is increased frontal horn widths in autistic children, and the result was statistically significant (P<0.05). Also, this study revealed that there was increased measurement of inner table of clavrium, the result was statistically significant (P<0.05). This may agree with the study of Piven J. et al., (1996, 1997) on autistic children, by using volumetric MRI they found that there is increased volume of total brain, total tissue, lateral ventricle volumes, increased volume of parietal, temporal and occipital lobes. One MRI study of pair of MZ twins demonstrated decreased caudate, amygdale and hippocampus volumes as well as reduced volumes of the superior temporal gyrus and the frontal lobe relative to controls (Kates W. et al., 1998) .
In the present study, decreased measurement of the corpus callosum in the autistic group than control group but the result was statistically insignificant. There was significance when comparing the length of corpus callosum and thickness of anterior part of corpus callosum in which decreased values in autistics than controls (P<0. Result demonstrate that abnormalities of the corpus callosum reported in highfunctioning autistic individuals are also present in autistic individuals with mental retardation. This controversy of the increment or decrement of some parts of the brain may be related to the age of the patients or duration and severity of the autistic patients. So, various anatomical sites in the brain have been hypothesized as the primary source of pathology in autistic disorder, such as enlarged brain size, reductions in the area of corpus callosum, and the medial temporal lobe structure. According to recent MRI studies, slow and differential maturation of the brain does not happen in autism. There is a relatively brief period of overgrowth, followed by reduced or arrested growth (Courchesne E., 2004).
IV. Conclusion
• Language deficit is the first and the most common clinical presentation in autistic children.
• Autistic disorder is common in males than females.
• There are two apparent clinical types of autism, high and low functioning autism.
• Epilepsy and hyperactivity are a significant co-morbid conditions associated with autism.
• There is a positive correlation between epilepsy and severity of autism.
• There is high blood serotonin level in about one-third of autistic children with positive correlation between high serotonin level and severity of autistic features.
• Abnormal EEG finding is a significant result present in autistic children with a positive correlation between abnormal EEG findings and severity of autism.
• There are no specific structural brain MRI abnormalities in autism.
• There are differences in measurements of certain brain areas such as caudate and corpus callosum in autistic children and these differences can explain the autistic symptoms.
• There is a positive correlation between brain MRI measurement abnormalities and severity of autism 
